The role of stress and dopamine-GABA interactions in the vulnerability for schizophrenia.
Current hypotheses concerning the etiology of schizophrenia often invoke both an abnormal gene(s) and an environmental disturbance as necessary components to the vulnerability for this disorder. According to one model of schizophrenia presented here, the putative environmental factor may consist of stress and require both pre- and post-natal exposure for a "mis-wiring" of dopaminergic inputs to GABAergic neurons of the cortex to occur. Since the cortical dopamine system continues to mature until the start of the early adult period, the normal ingrowth of dopamine fibers during late adolescence and their formation of aberrant connections with abnormal intrinsic corticolimbic circuits could "trigger" the onset of symptoms in those who carry the constitutional vulnerability for schizophrenia.